Recent reports suggest that the cerebral function monitor (CFM), a system of integrated EEG accurately reflects cerebral maturational changes associated with gestational ages of both appropriate-for-gestational age (AGA) and small-for-gestational age (SGA) neonates. This study describes the use of CFM to evaluate extrauterine brain maturation in 25 normal preterm AGA neonates. Gestational age (GA) of these neonates varied from 26-34 weeks. All of the neonates had an Apgar score of > 6 at five minutes, normal serial cranial sonograms, and absence of any clinical evidence of cerebral hypoxia. Each neonate was evaluated by the CFM at birth and serially thereafter. The characteristics of the cerebral activity during quiet sleep (S1) were used to assign a GA for each CFM evaluation. Comparison of the actual GA at birth assessed by obstetrical and neonatal parameters and the CFM estimate of GA showed no difference (P > 0.3). Similarly, comparison of the postnatal age and the increase in maturation by CFM showed no difference (P >0.4). We conclude that extrauterine brain maturation of the normal preterm AGA neonate is temporally concordant with intrauterine maturation as judged by the CFM. In all infants a negative wave was present with a mean latency of 308 msec + 21 msec (N300). This was the only wave present in infants between 24 and 31 weeks gestation. After 32 weeks an early positive wave began to emerge. This wave had a latency of 220 msec + 22 msec (P200). This was present, consistently followed by the negative wave,in all infants from 37 weeks onwards. The consistency of the N300 after 23 weeks suggests that it arises from the basilar dendrites which undergo little further maturation to term. The positive wave is suggested to arise from the apical dendritic branches which develop over the last trimester, and may explain the emergence of the P200 from 32 weeks onwards. These data indicate that the LED technique can be used to confirm gestation and follow sequential maturation. Children's ~o s~i i a l , St. ~ouis". We describe the clinical course, CSF catecholamine metabolites and immunoglobulins, and radiographic changes over 1 year in a case of acute parainfectious Parkinson's syndrome. Seven days after the onset of a viral syndrome, a 7 year old developed bradykinesia, rigidity, and involuntary movements. By 5 weeks, clinical improvement began. At 1 year, subtle basal ganglia and cerebellar signs were present. Acutely the CSF IgG/albumin ratio was at upper limit of normal (.27, normal 0-.27) and the IgG Index (CSF IgG/albumin ratio + serum IqG/albumin ratio) rose from .68 (day 12) to .96 (day 20) then returned to .42 (normal 0-.68). Attempts to identify a viral agent were unsuccessful. CSF catecholamine metabolites acutely showed markedly decreased homovanillic acid (HVAJ (15.8 ng/ml, normal 91 + 43.5) and slightly re- Children with developmental disabilities such as attention deficit disorder, hyperactivity and dyslexia are often found to have "soft siqns" on neurological examination. These "soft signs" are believed to represent abnormal persistence of findings that would be normal at a younger age. This concept of delayed maturation implies that there is a normal maturational sequence for development of these skills. There is very little quantitative data describinq normal neurological maturation in school-age children, however. Such normative data would be essential for a meaningful interpretation of "soft siqns." Aqespecific normal maturational sequences will be presented for the following neurological tasks: face-hand test, finqer differentiation, finger identification, riqht-left identification, crossed commands, tandem walkinq, balancing on one foot, hopping on one foot, absence of overflow, finger to thumb and several types of rapid alternating movements. For each task the aae at which 25%, 50%, 75% and 90% of normal children can accomplish it will be shown. These data have been orqanized into a chart, similar to the Denver Developmental Screeninq Test, on which clinicians can relate an individual child's performance to these age-specific norms. This chart should be useful in future quantitative studies of the maturational delay hypothesis in developmentally disabled children. Eighteen passively addicted infants who exhibited abstinencerelated neonatal seizures were evaluated for periods up to one vear of age. Seven mothers were maintained on methadone alone, -10 used methadone and other drugs, and one used heroin and cocaine during pregnancy. Thirteen seizures were myoclonic, 2 were generalized, and 3 were tonic-clonic in type. Thirteen of the initial EEGs performed 2-48 hours following onset of seizures were abnormal; the remaining five EEGs were normal. Of the 13 abnormal EEGs, 11 reverted to normal within 14 days, while 2 remained abnormal.
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VISUAL EVOKED POTENTIALS (VEPs
Bayley Developmental Assessment in infant subsets at 3 months of age showed an MDI (Mental Developmental Index) of 109 + 11.6
(SD) and FDI (Psychomotor Developmental Index) of 107.2 + 11.5.
MDI and PDI at 6 months of age were 98.6 + 20.1 and 111.8 + 12.1; MDI and PDI at 12 months of age were 106 + 0 and 98.5 + 0.7.
or were resorbing. RPS were recorded from the central vertex (Cz) Neurological examinations were normal except for hypertonicelectrode in nearly all cases.
" ity in 7 of 13 infants seen at 3 months of age; 2 of those In summary, PRS on a preterm infant's EEG suggest the need for babies were normal at one year of age, while the remaining 5 serial EEG and RTE evaluations to determine the presence and await re-evaluation. Although developmental assessment appears evolution of cerebral white matter necrosis, even if IVH is pre----A to be normal, ongoing neurologic evaluation of these infants is
